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Abstract

AIM: To compare the effects of short hairpin
RNAs (shRNAs) targeting the proliferating cell
nuclear antigen (PCNA), c-Myc and cdc2 k genes
on the hyperplastic behavior and lithogenic
potential of proliferative cholangitis (PC), and
to select the best target for antiproliferative
treatment of PC.

METHODS: A rat model of PC was developed
by retrogradely inserting a nylon thread into the
common bile duct. Using the nylon thread as the
guide wire, an intralumenal injection of PCNA,
c-Myc and cdc2 k shRNAs into the common bile
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duct was performed in three different groups of
model rats, respectively.

RESULTS: Compared to the c-Myc and cdc2 k
shRNA treatment groups, the degree of hyper-
plasia of biliary epithelium and collagen fibers
in the bile duct wall in the PCNA shRNA treat-
ment group were significantly decreased. In ad-
dition, the protein expression and secretion of
mucin from the hyperplastic biliary epithelium
and peribiliary gland were remarkably reduced
in the PCNA shRNA treatment group.

CONCLUSION: PCNA shRNA possesses more
strong inhibitory effects on collagen fiber hyper-
plasia in and mucin secretion from the bile duct
wall of rats with experimental PC than c-Myc
and cdc2 k shRNAs. Therefore, PCNA shRNA
holds more promise for prevention of postopera-
tive biliary restenosis and stone recurrence in PC
patients.

Key Words: Proliferative cholangitis; Hepatolithi-
asis; Recurrence; Biliary restenosis; Antisense gene
therapy
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